operation comes to be properly regarded as merely a rather specialized piece of therapeutics. The medical patient in a surgical bed: A surgical bed while it may be necessary for the surgical condition, e.g. a fracture, may not be the right bed from which to treat a co-existing medical condition. It is not unknown for pernicious anemia and diabetes to be temnporarily neglected in a surgical ward. A mnore serious mishap arose a few years ago when artificial pneumothorax was the treatment for pulmonary tuberculosis. A patient with an artificial pneumothorax was kept in a surgical ward for some weeks and the refill was not given. As a result the lung re-expanded and a satisfactory pneumothorax could not be reinduced.
Position of the bed: I have found that when small rooms are used, many patients prefer a bed in the corner of the room rather than between two other beds. For some patients the right bed must be on the ground floor. Only a few days ago a patient of mine was caught climbing through the window and had he been upstairs disaster might have resulted.
Beds for smoking: Most management committees
have not yet taken the question of smoking in hospitals very seriously, and it is not uncommon to see a patient smoking in bed next to one who has respiratory disease. If a room could be provided, as in some Scandinavian hospitals, to which patients could walk, and into which beds could be easily wheeled, then this would save some irritation of the other patients. The smoking room should not have a cigarette selling machine in it.
Meeting January 181961 Discussion on Vertigo Dr J A Curfie (Reading) I thought that as a general practitioner I could most usefully summarize our present knowledge of the disease commonly called 'epidemic vertigo' and report on some recent observations. The condition was first described, so far as I know, by a Doctor Falconer in 1803 (see Falconer 1852) , who in reporting an epidemic which he thought to be influenza but which clearly was not, described cases which can best be summarized by the following quotation:
'Vertigo and that to a considerable degree, was in some persons the first sign of the disease and in several instances, very alarming and distressful. I saw a lady afflicted to such a degree as not to be able to raise her head from the pillow without losing all sense, and to whom all objects appeared thrice multiplied.' Next, comes Gerlier (1887) . His was a very rural practice, and if you read his delightful paper, you will find yourself walking with him through Swiss villages into the fields among the vines, where he noticed-that the mildew appeared at the same time as this epidemic and into a cowbyre where the afflicted cowman fell off his stool while milking, landing up under the cow. At least that is what Gerlier wrote. His cases do not however, conform very precisely to the usual picture. His 6 patients, shepherds, cowmen and workers in vineyards, usually got their symptoms in the afternoons rather than the morning. The cowman could manage the morning milking all right, but when it came to the afternoon he would milk say, three cows, then have to stop as he would feel giddy and lose the power in his hands and fingers. He calls this illness 'paralysing vertigo'. Typical attacks started with a severe pain in the neck, accompanied by vertigo; ptosis would follow and the head would be bowed. 'Paralysis of the extensors' was how Gerlier put it. Peasants driving carts would have to hold their eyelids open to see the way. The attack always ceased when the patient lay down, but this few could afford to do. In searching for a cause, and he did so most carefully, according to the facilities then available, he wondered whether fatigue could be involved and when he found that the harvesters were working seventeen hours a day, he thought he mnight be on the right track until he remembered the cowman who was doing little more than his usual work.
In 1925 Poston discussed the association of vertigo with encephalitis lethargica, which was present in acute epidemic form from 1915-1922. In 1936 Miller & Raven at Ramsgate, where one of them seems to have been Medical Officer to a large boarding school for girls, described an epidemic of nausea, vomiting and giddiness, which was not further defined. They concentrated more on the gastro-intestinal symptoms of this epidemic and sought vainly for food contamination. A Dr Storr in Cornwall, quite clearly had a short-lived attack of nausea, vomiting and vertigo himself at that time.
In 1933 Leyton reported attending a colleague aged 40; 3 of the staff in his house were affected, as were his secretary and her husband, and finally himself also.
In 1949 Dr Walford of Essex reported 4 cases which he thought might be epidemic but thanks to careful recording and follow-up, he was able to report last May (personal communication) that 2 had subsequently developed disseminated sclerosis, one had developed a full Meniere's syndrome and one had further attacks of vertigo over the years.
In late 1952 the following occurred. The Lancet produced an annotation under the title 'An uinusual Epidemic' stating that one doctor in Hampstead had seen 6 cases between January 11 and 28, but had also diagnosed in retrospect 3 cases seen in March, April and October 1951. The annotation went on to say that 'we heard of 3 cases referred to a neurologist during the last few months and a single case seen by another general practitioner'. The annotation produced a marked reaction. Recent cases were reported by a number of general practitioners from widely spread areas, and by two neurologists, so it might be thought that an epidemic was in progress. I myself was mildly afflictedand considerably worrieduntil Dr G H R Curnock, one of my partners, drew my attention to the Lancet annotation and I saw further cases in my own practice in rapid succession; one of my partners also reporting a further case. At the same time, two housemen at the Radcliffe Infirmary fell on the floor. In the course of a few weeks, reports from Britain ceased to come in but a French doctor in Normandy also reported seeing a number of cases about the same time as those seen in England. Raffle (1954) reported seeing a series of cases from South Shields, Yuille (1954) reported 7 cases in one month and Leishman (1955) 6 cases accompanied by diplopia in the Rotherham area. Now we come to a much more convincing epidemic. Newell-Price (1956 , who was Medical Officer to an Army School of Physical Training, saw 33 cases between mid-November and mid-December. Weakness and severe headache were common; the headache was felt behind the eyes and there was true vertigo in two-thirds of the patients, but only one complained of diplopia and that was transient. A constant severe lumbar backache on the second or third day, not uncommon in ordinary influenza, was also noticed in 10 cases. Nystagmus was very common but Romberg's sign was always negative. He used a more severe test, asking the patients to stand on one leg with their eyes shut and this brought out the unsteadiness. Illness lasted two to nineteen days and no relapses were reported. He thought that the incubation period was two to four days and, based on the slow spread of infection through any one hut, he thought that the infectivity was low. He used antihistamine drugs but did not think that they altered the course of the disease.
In 1955 Marshall in Kent saw 6 cases, 1 of whomn had a coronary thrombosis while bicycling home, and from which he died. Serial sections were taken through his inner ear, all of which were negative. Marshall suggested hopefully, and probably very wisely, that 'next time it would be well to look at the mid-brain'. The latest observations started in this way. I saw 3 severe cases consecutively in March and April 1960, and reported this to Dr G I Watson of Peaslake who promptly sent out a questionnaire to members of the College of General Practitioners. As this was based to somne extent on my own cases, I must outline some details. My report was as follows: March 6 1960 -a housewife aged 41 had a sudden onset of acute vertigo, so severe that I transferred her to hospital next day. A diagnosis of acute labyrinthitis was made and she was not discharged for four weeks. March 27a man aged 54 similarly affected. April 24 -by now I had seen a further 5 cases; I of my 6 partners had seen 2 more. Symptoms: Giddiness on rising or turning in bed 'when the room goes round as if I had had too much to drink, Doctor'. There was no vomiting. Signs: On attempting to elicit nystagmus the more severe cases recoil, covering their faces; they reel in their gait but Romberg's sign is not present. I have found walking heel to toe a more useful test. There are no associated auditory symptoms, or signs; blood pressure is normal and only one patient was febrile.
The doctors were asked as follows:
(1) 'Have you encountered similar cases of acute vertigo during the last six months ?'
(2) 'If you see any patients affected in the near future, will you please report details including age, sex, date of onset, associated diseases and brief clinical notes.'
Although not asked for, nil returns were sent in by many receiving the questionnaire, which was most helpful. What Dr Watson did was to alert some of the keener clinical observers, over quite a wide area, ranging down the Thames valley from Lechlade to London, and the counties of Middlesex, Bedfordshire, Hertfordshire and Essex.
108 doctors reported out of a possible 387, and 32 reported between them on 53 cases. I had to exclude some reports before analysis, as the necessary details were lacking, so that 48 cases were finally studied. The incidence was as follows:
Oct Nov Dec Jan Feb Mar Apr May June Geographical distribution: If the cases are arranged in the order of date of onset, there is no obvious pattern of distribution. Cases occurred all over the area reported on, during the peak period, mid-March to the end of April.
18 Age: The age groups 30 to 60 were most affected, but the range fell between 4 and 75. The diagnosis in the first case was confirmed by Dr White Franklin, Consulting PRdiatrician at St. Bartholomew's Hospital. It will be interesting to know the subsequent history of the man of 75. Other diseases prevalent: Diarrhoea and vomiting particularly vomitingoccasionally due to Sonne dysentery, was not infrequent during the peak period. The vomiting did not precede the vertigo. But others reported only a background of chicken-pox and measles, and in some cases no other disease was prevalent. The signs and symptoms pattern was set by the questionnaire, and no cases of diplopia were reported, but this was not specifically asked for and could have been missed.
Progress: Recovery rates were often not reported, but the average of those giving the necessary details worked out to between three and four weeks. Some recovered much more quickly. The boy aged 4 recovered in five days. We have, of course, no long-term follow-up in these cases at present, though one cautious doctor held on to his reports for six months before sending them, to be sure that his diagnoses were sound and not vitiated by further untoward developments. Treatment: Some gave antihistamines and/or barbiturates; an antibiotic was also given by a few. Others gave none. There was no evidence that the treatment given was of any value.
Infectivity: No immediate contacts were reported to have contracted the disease. While this was not specifically asked for, the care and thought put into their reports by some, make it certain that this would have been reported, if it had occurred.
In summary, this may have been a true mild epidemic, probably associated with a gastroenteritis, which would not have been uncovered if the machinery of the epidemiological observation unit of the College of General Practitioners had not been available. It has reminded, and I hope refreshed, general practitioners, who may well be alarmed when encountering a severe case with its rather dramatic and puzzling picture of the occurrence of epidemic vertigo.
There are some however, and I must thank
Dr P A Walford for emphasizing this, who may think that this so-called epidemic was an artifact.
Their arguments run as follows:
It is well known that sporadic cases of acute labyrinthitis occur from time to time. In this instance, Currie who was already alert to the condition because it had frightened him, happened to see 3 cases in rapid successiona not uncommon occurrence in medicine. A large number of keen observers now wearing as it were, Currie's spectacles, thanks to a heavily slanted questionnaire, 'swung into action'. The usual burst of short-lived activity followed. Enthusiasm was set up by the questionnaire. People easily recollected cases that seemed to fulfil the criteria, the finer details having been blurred over by time. They hurried to report their cases, sent off their replies almost at once, and then most of them waited. Does it surprise you that a sharp rise of cases occurred in April? We must not forget that the questionnaire reached them at the end of that month.
I think these are valid criticisms and must be met.
First, the sporadic cases. Are these cases truly sporadic or is it a disease of low infectivity, always prevalent, that now and then emerges into the open? A similar project on herpes zoster but slightly differently organized would be interesting.
To see 3 cases of a fairly unusual complaint in rapid succession is odd enough. To see 5 with the partner seeing 2 more is, I would have thought, highly significant. Many of the reports received, giving careful clinical details, are impressive and do not read like the work of enthusiastic 'journallists'. The date-spread would seem to be significant. The cases fall neatly round early April and the dates were arrived at quite independently one from another.
That epidemic vertigo occurs there can be no doubt. No reader of the Danish report (Pedersen 1959) could query that, and we had here, a mild epidemic in which the resistance of the population was far greater than in some other epidemics described. Alternatively, we are faced with a new factor to confuse us -'the epidemic observation unit effect'.
I have many to thank, particularly Drs Walford and Watson, all those who so kindly reported, Mr T F Howarth, the Librarian of the B.M.A. and Mr P Wade, the Librarian of this societywithout whom I should never have met Dr Gerlier or his cowman.
Mr C Gim-Carey (London)
As vertigo is such a wide subject, I propose to confine myself to the diagnosis and immediate treatment of a patient with vertigo.
From a diagnostic point of view, vertigo falls into four main groups: (1) The syndrome described by Prosper Meniere, and which is rightly known as Meniere's disease. (2) Vertigo associated with middle ear disease or injury. (3) A group of virus diseases which affect the labyrinth, such as mumps or herpes. Others may occur in epidemics. (4) Certain drugs have a selective toxic action on the vestibular portion of the labyrinth; of these the only one now commonly in use is streptomycin.
By far the commonest cause of vertigo is disease of the internal ear. This is contrary to the general view held a hundred years ago, when all cases of vertigo were regarded as a cerebral catastrophe.
Cawthorne (1957), reviewing 2,500 cases recently, reported that 80% of all cases of vertigo were of aural origin, and of these 80%, more than half were due to Meniere's disease.
I must pay tribute to Dr Prosper Meniere, himself a general practitioner, who, exactly a hundred years ago, in 1861, by noting the connexion of deafness in association with vertigo, was the first, and has remained the greatest, contributor in this field. So accurate were his observations, that his descriptions of the varying types of vertigo are still quoted to-day. Before retailing these, however, I must recall briefly the anatomy and physiology of the internal ear. This will underline the fact that the pattern of attacks may vary.
There are five end-organs in each internal ear and their function is to maintain the position of the head and body in space, at rest, and in motion. Further to complicate the issue, the ten endorgans are interdependent, so that loss offunction on one side is proclaimed by the symptoms of over-activity on the other side. Whether this produces a violent attack, or whether it is virtually symptomless, and only productive of vertigo with certain movements or positions of the head, depends not only upon the extent of the damage, but upon the speed with which the damage occurs.
Separate end-arteries, branches of the internal auditory artery, supply the cochlea and saccule, and two or three further branches the remainder of the labyrinth. There are no anastomoses between any of these vessels. This vascular supply is the key to the selective nature of the attacks of vertigo in Meniere's disease. Here it is easy to see that a single portion of the labyrinth may be picked out for damage, the rest of the labyrinth being left intact, or the whole of the internal ear may be affected, depending on the position of the lesion in the vascular tree.
The current popular theory of Meniere's disease, and one to which I personally subscribe, is that in the main this syndrome must be due to anoxia of the internal ear. Whether the vascular disease produces thrombosis, embolism, or spasm, mild and temporary, or severe and prolonged, with consequent permanent damage, is only a matter of degree, but the theory fits the many clinical pictures of vertigo.
Meniere described four types of vertigo, and these descriptions apply to all cases of peripheral vertigo, whatever their etiology.
(1) The true rotatory vertigo, which comes on without warning, when the room appears to be whirling round. These attacks last from two to twenty-four hours. There is no loss of consciousness and there is no weakness or paralysis.
(2) A feeling of unsteadiness, and a tendency to bump into objects sideways.
(3) An up and down movement, or a side to side motion, as if in a ship on a stormy sea.
(4) The most dramatic type: the patient is thrown suddenly and violently to the ground, and lies there vomiting.
Meniere also described a condition which existed between attacks, in which certain movements of the head may produce an attack of vertigo. I should mention that, together with any of the foregoing symptoms, the patient frequently complains of a heavy feeling in the head, and often a feeling of one-sidedness, as though one side of the head were filled with putty.
How then shall we set about the task of differential diagnosis? In all cases, general examination of the patient directed towards the exclusion of disease of the central nervous system, should precede examination of the ear. In this I would include the test for corneal sensitivity, Romberg test and an examination of the optic discs. In these cases the history is of great importance, as even in patients with loss of consciousness, this does not preclude them from describing accurately the events which led up to their attack. In this way if differs from forms of epilepsy, where patients have a vertiginous aura.
The simple case of Meniere's disease presents no difficulty, as in addition to the vertigo, there is always deafness in some degree, and the caloric test, when performed, is usually abnormal. Unlike the audiogram, the caloric test is not a precise measurement of degree of function in the vestibule, but it shows whether or not there is abnormality of function.
A real pointer to diagnosis is the nature of the deafness in Meniere's disease. This is a true endorgan deafness, and as such has definite characteristics. These include:
(1) Recruitment of loudness. This can only be truly demonstrated by audiometric testing, but roughly it means that the loud sound is heard as well, or even better, in the affected ear, whilst the soft sound is missing, or even absent, in the affected ear.
(2) Excessive sensitivity to loud sounds.
(3) Patients hear sounds at different pitches in each ear. With the tuning fork they usually hear a higher pitch in the affected ear.
(4) Distortion of sound is frequently bitterly complained of.
(5) The deafness fluctuates, and is worse during an attack.
From a summary of these symptoms of deafness, it will be seen how difficult it is to help the really deaf sufferer of Meniere's disease with a hearing aid.
The real difficulty in diagnosis is with the early cases of Meniere's disease, in which there may be no loss of hearing, or so small a loss that it can be detected only by the audiogram. During the acute attack, anti-histamine derivatives have been found more effective than either barbiturates or hyoscine (Jongkees 1960) . Dramamine, dimenhydrinate, 50 mg given intramuscularly, and repeated in one or two hours, has been found to control the symptoms. Apart from this, with the doubtful case of Menlere's disease, there is nothing to be done. Inevitably, as the disease progresses and the damage to the internal ear becomes permanent, the deafness, in addition to the vertigo, shows itself.
In my second group of cases of vertigo, there is associated middle ear disease. Difficulties in diagnosis are likely to occur only when the lesion in the drum is difficult to see, and where the hearing is good, as for example a small attic perforation filled with -a mass of cholesteatoma. Here, two simple tests should be applied.
(1) The fistula test: When this sign is positive, pressure on the tragus on the affected side produces giddiness, and indicates a fistula into the semicircular canal. When this sign is positive, and in the presence of middle ear suppuration, only surgery will help. Antibiotics should only be used as a cover for the surgery, and not as a curative measure.
(2) Positional vertigo: This test can be found to be positive in cases with or without middle ear disease, but it is a useful test to perform, and very simple. The patient is placed supine with the head slightly lower than the body, and the head is then rotated to the right, and then to the left. If giddiness is produced, it will be when the head is turned to the side of the lesion, and it is then said to be positive. This test is fatigable, and can therefore be distinguished from positional vertigo, of central origin, which remains constant.
In my third group, vertigo is due to a virus infection. Here the diagnosis is difficult, and must depend upon signs of associated disease. Herpes on the pinna and drum, and inside the mouth, must be searched for. There may be herpes on the face, following the course of one or more of the branches of the V cranial nerve, or there may be weakness or paralysis of the VII or facial nerve. The difficulty here is that there may be no associated damage to other cranial nerves, indeed the virus may only have affected the vestibular branch of the VIII nerve, so there may be no associated deafness. The caloric test will, however, be abnormal, and is thus a pointer to diagnosis.
The fourth and last group consists of those cases of vertigo where the inner ear has been damaged during the course of treatment with streptomycin. This is the only antibiotic now in current use which has this selective toxic action on the VIII cranial nerve, and in particular on the vestibular branch. If the dosage is heavy and prolonged, the cochlea will also become affected, with consequent deafness and if the patient has inefficient renal function, these changes are liable to develop soon and on small dosage.
When giddiness or deafness is complained of, the drug must be stopped immediately, to prevent farther damage. In a proportion of -cases the damage is not permanent, and almost normal function is re-established. In some cases, however, the damage is too extensive to be reversible.
Dr Denis Williams (London)
The neurologist sees many patients with vertigo, some presenting with this complaint, and others having it as part of a more extensive syndrome. He is often surprised, when he refers the patient to an otologist, to find that cochlear and vestibular mechanisms in the ears seem to be normal. When this happens, he may have difficulty in finding a cause for the symptom.
Though strictly speaking vertigo should mean a sense of turning round, clinically it includes any sense of imbalance, whether rotatory or not. Some patients complain that they feel that they are being pushed to either side, forwards or backwards, and others that they have a sense of swaying as if they had just stepped off a ship. In some, the sense of disequilibrium is so mild as to be bewildering to the patient and to his advisors, and is thought to be the result of neurosis. In some of these people with mild disorders of equilibrium the condition may be continuous rather than episodic, as in the classical examples of aural vertigo.
If the examiner is satisfied that the patient has true vertigo in this sense, rather than simply giddiness or faintness, it is then certain there must be disorder of the labyrinthine mechanism. Vertigo cannot arise from any other cause. Some people with ataxia have difficulty in deciding whether they feel giddy in their head, or unsteady in the legs, but if the unsteadiness of the legs is the result of vestibular disturbance, the patient should also be able to describe a sense of imbalance in the head, if asked about it directly.
Vertigo may have a peripheral or a central cause, and I shall confine myself to consideration -of the central causes and their effects.
The differential diagnosis of vertigo of central origin from that of aural origin may be difficult. In each case the vertigo may be intermittent, induced by movement or change in posture, and in each, the patient's subjective symptoms are the same. There is no way, without quantitative labyrinthine testing, to establish the distinction, other than the recognition of associated symp--toms. The patient with aural vertigo or Meniere's disease will have tinnitus and probably deafness, and other patients with vertigo of peripheral origin may have a story of previous ear infection or injury. On the other hand people with central vertigo may experience other neural disturbances -in the attack, such as diplopia, teicopsia, or other disturbances of vision. Central vertigo: Vertigo of central origin is met -particularly in older patients, particularly above -the age of 50, and it is likely to be induced by change in posture, rising from the recumbent position, and by extreme neck movement. It happens, for instance, after backing a car, or after extending the neck for some time. In younger people it may complicate neurological disease such as disseminated sclerosis, tumours of the brain-stem, particularly acoustic neuromas, or head injury. Here there is little relationship to the patient's age. It is important to appreciate that after quite a short course the VIII nerve enters the lateral part of the pons, and the vestibular nuclei are placed far laterally in the middle cerebellar peduncle with extensive connexions laterally to the roof nuclei in the cerebellum, downwards in the afferents from the postural muscles and upwards to the vestibular cortex. There is consequently plenty of opportunity for damage to the nucleus or its connexions. The causes of central vertigo: We need not here consider disturbances ofequilibrium complicating gross neurological disease. We are considering the complaint of vertigo as such. All of us are aware of the ageing patient who comes complaining of periods of giddiness for which no adequate cause can be found, and it is these people whom I want to consider particularly. If there is no evident cause in the ear for the giddiness and if there is no associated deafness, it is wise to enquire most carefully for visual changes, either blurring of vision or frank diplopia, or the appearance of visual defects. These may take the form of spots, either black, white, dazzling or coloured, or of obscurations of vision. The spots often move about and are described by such words as tadpoles, snowflakes or soapflakes. The attacks of giddiness may be associated with tingling in the face, ataxia, weakness of the legs and sometimes by loss of consciousness. When no cause for the disorder can be found in the ears and when associated neural disturbances of this sort are being experienced it is probable that the cause of the intermittent vertigo is vascular. We are now learning, through the use 'of arteriography, that many ageing people have complete occlusion of one of the great vessels supplying the cranium. A carotid or vertebral artery may be occluded. Narrowing or absence of one of these vessels may be theresult of a congenital anomaly. Good health is quite possible through the collateral circulation via the circle of Willis, and through other smaller arteries in the face, in the neck and in the orbit. In later life, as a result of arteriosclerosis, this collateral supply may be inadequate and intermittent neural symptoms will develop. Often the subjects of attacks of this sort will be found to have a blood pressure which is either normal for their age or low for it. Although blood pressure may be normal for the age group, it is inadequate for that particular patient's needs.
In people who seem to have central vertigo it is therefore well to search for evidence of arterial degeneration, fluctuation in blood pressure, anemia and recent dehydration, through diarrhoea for example. It is also wise to enquire carefully about the effect of neck movement, and to look for cervical arthritis which may impede the flow of blood through the vertebral arteries. Bloodflow: Arteriography is now showing us that many intermittent disturbances in the elderly are not the result of thrombosis of vessels, as used to be thought, but of transient diminution in the rate of flow of blood through them. This rate of blood flow, though dependent upon the level of the blood pressure, is affected by the lumen and length of the vessel, the peripheral resistance and the viscosity of the blood. Flow varies from moment to moment, it is affected by obstruction remote from the site of its effects and it decreases along the length of a narrowing vessel. It follows that the vestibular nuclei far out in the pons are especially vulnerable to reduction in blood flow, particularly because they are supplied by the tenuous long lateral branches of the basilar artery. The basilar artery is particularly vulnerable, for its parent vessels, the vertebrals, are also long, subject to congenital anomaly, damaged by neck movement and osteophyte formation and particularly liable to atherosclerosis. Vertigo is by far the most common symptom of insufficiency of basilar blood flow. This disorder is comparatively common. I found 66 examples in a consecutive series of a thousand patients. As the basilarvertebral system supplies the whole of the brainstem and ultimately the occipital and temporal lobes of the brain through the posterior cerebral arteries, the effects of ischiemia are very various. The exact pattern of symptoms which the patient experiences depends not only upon the site and degree of the occlusion ofvessel, but also upon the capacity for collateral flow through the posterior communicating arteries from above. Classically, central vertigo, the result of diminished flow, is associated with visual changes of the sort I have described caused by ischemia in the posterior cerebral arteries. It can be associated with a number of other symptoms which have been mentioned previously, and will even be accompanied by deafness, for the artery to the middle ear comes from the basilar.
If the varied, intermittent and dynamic nature of these syndromes of deprivation in the elderly is recognized, the management of many examples of vertigo will have a more rational basis than at present.
Treatment: If there is central vertigo the symptom itself can be treated by the use of sedatives of exactly the same kind as are used for vertigo of aural origin. The basic treatment is that of the cause and its details are beyond the range of the present discussion. When vertigo is arterial in origin it is the general rule that the patient's blood pressure is inadequate for his needs at the time of the vertigo. There is now some conflict between general physicians, who want to lower blood pressure to safeguard heart and kidneys, and the neurologist who wants to keep it up to safeguard the central nervous system. In general, hypertensive substances should not be used, but the blood pressure should be raised by attention to details of bodily hygiene, to exercise and to a full diet with gain in weight. Ephedrine 003 mg or methylamphetamine 5 mg in the morning and possibly at midday will for a time raise the blood pressure though, as many of the patients are arteriopathic, these drugs may be ineffective. It is most difficult to maintain blood pressure persistently by medical means. The question of the long-term use of anticoagulants is still being debated but in the situation I have described there is an identical state of affairs to that in the heart, where diseased arteries have a collateral supply of blood from their fellows. If there is narrowing of vessels proximal to the circle of Willis it can be argued that anticoagulants, preventing final thrombosis, may be of benefit to the subject, and empirically this seems to be the case. Finally, it is wise to consider the effect of posture and neck movements on the patient, and the use of a foam rubber ruff at night, arrangement of pillows to stop angulation of the neck, and even plastic collars in tne daytime may be of great benefit. Of almost as much benefit to the patient as the relief of his symptoms is the recognition of their nature to prevent faulty and misdirected management.
